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We report a case of systemic cholesterol embolisms (CE) with rare localization to the level of the face from a tight carotid
stenosis. The case history is that of a 75 year old patient who presented with cholesterol embolisms in the territory of the
external carotid artery. The patient underwent successful carotid endarterectomy with no postoperative neurological event.
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Cholesterol embolisation (CE) from ulcerated athero-
sclerotic plaques is an uncommon phenomenon and
it is mainly reported after juxtarenal and infrarenal
aneurysm surgery. The embolisation is predominantly
distal, primarily to the lower limb, with an estimated
incidence of 3%.1 This phenomenon is usually triggered
by endovascular procedures involvingwire and catheter
manipulation through the infrarenal aorta.2
Other territories of CE may involve kidneys, bowel,
brain and retina. To our knowledge, spontaneous cho-
lesterol embolisation of the face deriving from athero-
sclerotic plaque of the carotid artery bifurcation has
not previously been described.
Case Report
A 65 year-old male patient with a history of hyperten-
sion, hyperlipidemia, and smoking was referred to the
vascular unit of our hospital for bilateral critical limb
ischemia. He had had a history of right femoropopli-
teal bypass and incisional hernia, which were further
complicated by a methicillin resistant staphylococcus
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showed a 70% internal carotid stenosis. Percutaneous
angioplasty of the superficial femoral artery was per-
formed and gave satisfying results. Subcutaneous
heparin was then administered in order to maintain
APTT around 1.5. Five days later he was found with
livedo racemosa of the right hemiface (Fig. 1). Purpu-
ric lesion developed rapidly on one side of the
patients’ face and regressed one week after the opera-
tion was carried out.
Careful and complete neurological examination
found no deficit. Ophthalmologic examination found
evidence of neither acute vision loss nor of retinal
embolisation. Brain CT scan showed no sign of infarc-
tion as well. Duplex scan confirmed the presence of
a plaque at the level of the right carotid bifurcation.
Detailed analysis showed marked heterogeneity of
the plaque with ulceration at the origin of the external
carotid artery. This aspect as well as the degree of
stenosis was confirmed by unselective angiography.
One week later, right carotid endarterectomy was per-
formed. During this procedure, 1 mg/kg intravenous
heparin was administered; dissection of common and
external carotid arteries was achieved in the first
place. Common and external carotid arteries were
clamped and dissection of carotid bifurcation and
internal carotid arteries was then performed. The
internal carotid artery was clamped and endarterectomyved.
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The distal edge of the arteriotomy was within the
limits of the bulb. This allowed us to perform primary
closure of the arteriotomy with a 6/0 polypropylene
running suture. Angiography control was satisfactory.
Postoperative course was complicated by MRSA
wound infection that required surgical revision.
Livedo racemosa resolved after one week (Fig. 2).
The patient was discharged two weeks postopera-
tively. Within one month, clinical examination was
normal without neurological deficit and a healed
neck wound. Duplex scanning showed a patent right
carotid artery with no restenosis.
Discussion
Most reports regarding CE focus on lower limbs, kid-
ney or brain.3 Cutaneous biopsy is suggested in order
to establish the diagnosis. However, facial localisation,
typical aspects of livedo racemosa and the presence of
Fig. 1. Photograph showing purpuric lesions surrounded
with livedo racemosa at the level of the right hemiface
(face).ulcerated heterogeneous plaque at the origin of the
external carotid artery prompted us not to perform
cutaneous biopsy.
Differential diagnoses of facial purpura were
evoked including those of traumatic origin, viral in-
fection or scurvy. However, purpura in these situa-
tions is usually bilateral and the clinical context is
quite peculiar. The Sneddon’s syndrome,4 character-
ized by the association of livedo racemosa and ische-
mic neurological events, was ruled out in our patient
on the basis of the absence of neurological deficit as
well as a normal brain CT scan. Another differential
diagnosis of facial purpura is the Harlequin syn-
drome. It is usually caused by an autonomic dysfunc-
tion affecting sweating and flushing of the face and
less commonly the upper limb and upper chest.
This report suggests that the diagnosis of ipsilateral
carotid artery stenosis should be considered in cases
of livedo and purpura of the hemiface. We elected to
perform angiography MRI was not available at the
time the diagnosis was made. Great care was taken
Fig. 2. Photograph taken 8 days following right carotid end-
arterectomy. Note the complete regression of purpura and
livedo on the right hemiface.Eur J Vasc Endovasc Surg Vol 33, January 2007
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arch and selective catheterisation of common carotid
artery was not performed in order to avoid further
embolisation.
Although embolisation did not involve the territory
of the internal carotid artery, the plaque involving the
carotid bifurcation was thought to be unstable. Fur-
thermore this plaque caused a high-grade stenosis.
For these two reasons, we thought that carotid revas-
cularisation was highly recommended.
Carotid angioplasty was not suggested in the case
of this patient because of the high risk of brain and/
or retinal embolisation during the procedure.5 Filter
or occlusion devices would not have been efficient
as the lesion had to be crossed before placement of
the device. The use of a proximal protection device
would have theoretically been safe but on technical
and professional grounds, this was not achievable in
our case. Carotid endarterectomy seemed the safest
option. Clamping of common and external carotid ar-
tery was performed before dissection of the bifurca-
tion and the internal carotid artery, in order to
reverse blood flow within the internal carotid artery
and therefore minimize the risk of brain and retinal
embolisation.Eur J Vasc Endovasc Surg Vol 33, January 2007In the case of an embolism of cholesterol localized at
the level of the face, a carotids examination is manda-
tory; the studyof the plaquemorphology is very impor-
tant to avoid potential embolism fromulcerationwhich
could be further increased in the course of an endovas-
cular treatment even when using cerebral protection.
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